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clinical snippets
Cash for Care
To quantify the burden of skin 
diseases, the dermatology 
community measures 
prevalence, quality of life, 
and costs of illnesses. Seidler 
and colleagues prospectively 
gathered and analyzed 
willingness-to-pay (WTP) data 
from 254 patients with various 
skin diseases. WTP directly 
measures disease burden 
as the amount of money a 
patient is willing to pay to be 
rid of his or her specific health 
problem. WTP appeared to 
be a useful measure of the 
burden of skin disease, and 
this measure may have greater 
construct validity for non-
Medicaid patients.  
See page 1785
Signature of Gottron
Following the identification 
of accumulated chondroitin-
4-sulfate (C4S) in the 
lesions of patients with 
the autoimmune disorder 
dermatomyositis (DM), Kim 
and colleagues examined 
C4S in resistant Gottron’s 
papules in DM patients. 
Gottron’s papules exhibited 
increased levels of C4S and 
dermal accumulation of the 
CD44 variant 7 (CD44v7), 
which has been linked to 
autoimmunity, as well as its 
binding partner osteopontin, 
a cytokine-like factor that 
recruits inflammatory cells. 
Mechanical stretching of 
dermal fibroblasts induced 
CD44v7 expression and 
monocyte adhesion. This 
unique molecular signature 
may help to explain the 
pathogenesis and resistance 
of Gottron’s papules.  
See page 1825
Visible Threat
Although many studies have documented the damaging 
effects of UV radiation, few have examined the effects 
of visible light on the skin, despite the fact that visible 
light comprises roughly 44% of solar energy. Liebel and 
colleagues found that visible light induces significant 
reactive oxygen species production, which, in turn, 
induces significant proinflammatory cytokine produc-
tion and matrix metalloproteinase expression. These 
effects are reminiscent of those caused by UV radiation. 
Accumulation of visible light effects may result in skin 
damage and ultimately contribute to premature skin 
photoaging. Furthermore, these investigators found that 
antioxidants combined with commercial sunscreen, which does not block visible 
light wavelengths, lessened the damage by visible light. See page 1901
Double Trouble
Homozygosity for dominant mutations in kera-
tin genes has been reported only for epidermol-
ysis bullosa simplex. Wilson and colleagues, 
however, identified two cases of pachyonychia 
congenita (PC) with homozygous dominant 
missense mutations in keratin 17. These homo-
zygous mutations modified the phenotype of 
PC and were also associated with hair loss in 
the two patients. In both cases, the homozy-
gous affected individuals exhibited more severe 
phenotypes than the heterozygous affected 
individuals, indicating a gene dosage effect for 
this disorder. See page 1921
Pemphigus Population Genetics
In a case–control genome-wide associa-
tion study to identify genes relevant to the 
pathogenesis of the autoimmune disease 
pemphigus vulgaris (PV), Sarig and colleagues 
initially genotyped 100 PV Jewish patients 
and 400 matched controls and uncovered 
a significant association between a single-
nucleotide polymorphism that mapped to 
the ST18 gene and predisposition to PV. ST18 
encodes a transcription factor that regulates 
inflammation and apoptosis, two processes 
thought to contribute to PV acantholysis. 
Further examination of German and Egyptian populations indicated a population-
specific association between ST18 and PV. Moreover, ST18 was overexpressed in 
PV patients’ skin, suggesting that ST18 upregulation may alter the susceptibility of 
cells to acantholysis caused by PV-IgG. See page 1798
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